genetic and not merely a paraphenomenon is seldom
forthcoming and yet the development of preventive ther apy may rely upon the identification and understanding of such prime-moving mechanisms. Rather than describe discrete biochemical and cellular abnormalities which may or may not be relevant, an alternative approach is to describe microvascular behaviour in more general terms to determine the evolution of functional disturbance with increasing duration of diabetes and cumulative exposure to elevated blood glucose levels -unarguably the two most important determinants. From the pattern of disturb ance that evolves it should be possible to generate can didate mechanisms that fit the pathophysiological facts and thus are far more likely to be relevant.
The function of the microcirculation can broadly be described as the transport and exchange of nutrients and waste products between blood and tissue fluid. According ly an understanding of malfunction is likely to stem from knowledge of the determinants of exchange. The passage of a particular molecule across the capillary wall relies on many factors, most important of which are the size and charge of the molecule concerned, the permeability of the wall and the surface area available for exchange, and local haemodynamic factors (flow rate if the passage of the mol ecule is not diffusion-limited and the transcapillary pres sure gradient for larger molecules that pass predominantly along with filtered water). In recent years a variety of specific techniques have become available which enable us to describe the changes in many of these important vari ables in diabetes mellitus. This article summarises the microvascular haemodynamic changes that are evident and which can be drawn together to generate a unifying hypothesis for the pathogenesis of diabetic micro angiopathy. 
VALIDATION OF THE HAEMODYNAMIC HYPOTHESIS
If a particular factor is to be regarded as a prime-moving mechanism in the genesis of the microvascular complica tions of diabetes it is a prerequisite that it meets certain cri teria (Table II) In specific vascular beds local mechanisms may oper ate; indeed such variability would go some way to clar ifying why individuals develop different specific complications at differing rates. In the renal vascular bed 
PROSPECTS FOR REVERSAL AND PREVENTION
If capillary hypertension is an important prime-moving mechanism in the genesis of diabetic microangiopathy then therapy may derive from a deeper understanding of the underlying biochemical process or more pragmatically by using pharmacological agents to alter vascular resist ance in such a way as to neutralise the change. Preliminary experience in our own laboratory with low doses of an angiotension-converting enzyme inhibitor in nonnoten sive microalbuminuric patients suggests that capillary hypertension may be reversed with this therapy.
Over and above phannacological intervention, were it possible to identify very early in their diabetic life those susceptible individuals who exhibited particularly marked haemodynamic changes, the classical approach of good glycaemic control could be targeted at this population.
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